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ABSTRACT Objective: To observe the intervention effect and possible mechanism of Qilongtian on bleomycin induced pulmonary
fibrosis in mice. Methods: Thirty-six C57BL/6] mice were randomly divided into control group, model group, Qilongtian low, medium and
high dose group, pirfenidone group. After the establishment of mouse pulmonary fibrosis model, the control group and model group were
administrated with 0.9% NaCl solution by gavage, and the Qilongtian group and pirfenidone group were administrated with Qilongtian and
pirfenidone by gavage respectively. After 21 d of administration, the morphology and collagen deposition of mice lung were measured by HE
and Masson staining. The content of hydroxyproline (HYP) was detected by alkali hydrolysis method. The expression levels of TGF-B, o-
SMA, COL- I , COL-Ml , TNF-ac, CCL2, FOSLI, MMP9, CXCL5, AREG mRNA were detected by qRT-PCR. The expression levels of
TGF- B, «-SMA, COL-1 , COL-Il , TNF-a, IL-17R, p38MAPK, and p-p38MAPK protein were detected by Western blot and
immunofluorescence double labeling method. Results: (DCompared with the control group, the lung tissues of mice in model group showed
inflammatory cell infiltration and alveolar space expansion, and the collagen deposition was more (P<0.01). Compared with the model
group, Qilongtian each dose group inhibit the infiltration of inflammatory cells and the expansion of alveolar space , and collagen deposition
was significantly reduced in pirfenidone group and Qilongtian each dose group (P<0.05, P<0.01). @ Compared with the control group,
the content of HYP in the model group increased (P<0.01). Compared with the model group, the content of HYP in pirfenidone group and
Qilongtian each dose group decreased (P<0.05, P<0.01). 3 Compared with the control group, the protein and mRNA expression level of
COL-1 , COL-1I, a-SMA, TGF-B, TNF-a in the model group increased (P<0.01). Compared with the model group, the protein and
mRNA expression levels of COL- I , COL-II, a-SMA, TGF-8, TNF-a in pirfenidone group and Qilongtian each dose group decreased (P<
0.05, P<0.01). @Transcriptome sequencing analysis of mice lung tissues in the blank group and model group showed that differential genes
were significantly enriched in 1L-17/p38MAPK signaling pathway. (5) Compared with the control group, the expression levels of CCL2,
FOSLI, MMP9, CXCL5, AREG mRNA and IL-17R, p-p38MAPK protein increased in the model group (P<0.01). Compared with the
model group, the expression levels of CCL2, FOSLI, MMP9, CXCL5, AREG mRNA and IL-17R, p-p38MAPK protein decreased in
pirfenidone group and Qilongtian each dose group (P<0.05, P<0.01). Meanwhile, the effects of Qilongtian on the above mRNA and protein
expression were dose-dependent, and high dose was more effective. Conclusion: Qilongtian can intervene pulmonary fibrosis by down
regulating the expression of inflammation, collagen genes and proteins, alleviate pulmonary inflammatory response, reducing excessive
deposition of pulmonary collagen, and its mechanism may be through inhibition of IL-17/p38MAPK signal pathway.
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